CD57
+ T cells. terized by fever, pancytopenia, liver dysfunction and proliferation of mature, cytologically benign, haemophagocytic histi-HTLV-I has not so far been described with HPS. P. carinii has been associated with HPS only when complicating HIV ocytes and often fatal outcome. It is now recognised that HPS can be initiated by various causes including viruses infection. P. carinii rarely complicates HTLV-I infection and, if so, is considered predictive of ATL. 2 Two studies reported (cytomegalovirus, Epstein-Barr virus, herpes simplex virus) bacteria, fungi and parasites (particularly P. carinii in HIVlarge granular cell (LGL) or aggressive natural killer leukemia associated with HPS. 3 HTLV-I is known to be responsible for immunodepressed patients), and also by haematological malignancies.
1 We report a case in which HTLV-I and Pneumadult T cell leukemia/lymphoma (ATL) and immunodeficiency. Transient ATL has been reported with varicella infecocystis carinii pneumonia were associated with HPS.
A 25-year-old black Caribbean man, without significant tion in an HTLV-I carrier. 4 However our patient did not have blood lymphocytosis, lymph node enlargements, skin lesions, past medical history, was admitted to the Pointe à Pitre Teaching Hospital in May 1994 with a 1 month history of dry cough, and hypercalcemia, but had lymphocytic alveolitis and liver infiltration with CD57 + T cells, a phenotype consistent with progressive dyspnea, and fever. Examination revealed a 38.5°C fever, bilateral basal crackles, no superficial lymph
LGL, and ATL cells. Some recent studies suggest that HPS could be mediated by nodes, nor hepato-splenomegaly. Chest roentgenogram demonstrated patchy, non-segmented bilateral infiltrates. WBC gamma-interferon, and macrophage colony-stimulating factor produced by T cells (CD4 or CD8), as an aberrant response was 16.2 × 10 9 /l with neutrophilia (72%). There was no liver dysfunction. Stool examination revealed Giardia lamblia but to infection. 5 Other studies have reported that HTLV-I-infected cell lines abnormally express the same cytokines. 6 The feano Strongyloides stercoralis.
The broncho-alveolar lavage fluid contained numerous tures described in our patient suggest that HTLV-I infection could have been responsible for immune suppression and P. cysts of Pneumocystis carinii and a marked increase of the lymphocytes (78%). Two HIV antibodies tests, including pepcarinii pneumonia, and for a particular (non-ATL, CD57 + ) T cell proliferation, any one of these events possibly acting, tide ELISA as well as Western blot assay, were negative. Recent infection by other viruses (Epstein-Barr virus, cytomeeither alone or in combination, to promote HPS. galovirus, herpes simplex virus, hepatitis B and C viruses) was serologically ruled out. HTLV-I IgG antibodies were detected Acknowledgements in the serum by ELISA and confirmed by Western blot. Reactivities against gag-encoded proteins p19, p24, Pr53, and also
We wish to thank Pr J Diebold, Hotel-Dieu, Paris, for suggesenv-encoded gp46 and env-encoded proteins p21 were positions on the histopathological diagnosis and Dr A Gessain for tive. The initial outcome was favourable with trimethoprimreviewing this letter. sulfamethoxasole. On the 18th day after admission fever resumed and hepatomegaly was noted. 
